ABSTRACT
interest is oxidative stress that pathogens encounter during infection. Activated macrophages 23 produce reactive oxygen and nitrogen species which induce the SoxRS and OxyR regulons.
24
Genes controlled by these regulons deactivate the oxidants and promote repair. We examined the MDR efflux, by oxidative stress leads to an increase in multidrug tolerant persister cells. 
115
~ 0.1). The culture was divided into aliquots of 5 ml per polypropylene tube (17 mm x100 mm).
116
The tubes were further grouped for untreated and PQ (paraquat dichloride, Sigma) treatment. PQ antioxidant improving plating efficiency (6). In some experiments the entire 1 ml sample was 124 washed and plated to increase the limit of detection. and after another 6-hour incubation, the culture was treated with high levels of ampicillin (100 155 μg/ml), tobramycin (30 μg/ml), or a higher level of ofloxacin (4 μg/ml) for additional 18 hours.
156
This exposure to additional antibiotics had little effect on survival (Fig. 3) , indicating that with a fluoroquinolone (Fig. 2A) . PQ at equivalent levels. Thus ofloxacin MIC of the wild type is 0.1 µg/ml, and cells were 170 exposed to 1 µg/ml of ofloxacin; for the mutant, the MIC was 0.02 µg/ml, and it was exposed to 171 0.2 µg/ml of the antibiotic. The protective effect of PQ pretreatment on persister survival was 172 largely eliminated in an acrB mutant strain (Fig. 5) . PQ had no effect on the growth rate of the leading to dormancy and drug tolerance.
211
We reasoned that other stresses may be linked to persister formation, similarly to the SOS 212 response (11). In this study, we examined the effects of oxidative stress on persister formation. 
231
The findings of the current study suggest an interesting and complex interplay between an operon that affects lethality due to inhibition of peptidoglycan or DNA synthesis. J.
252
Bacteriol. 173:5732-5739. a challenge by 1 µg/ml ofloxacin to BW25113 and 0.2 µg/ml to acrB, respectively. on October 15, 2017 by guest
